[Genetics and dilated cardiomyopathy].
Dilated cardiomyopathy is characterised by dilatation associated with ventricular dysfunction and represents the leading cause of cardiac transplantation. The aetiology of dilated cardiomyopathy is either multifactorial (about 70% of cases) with genetic and environmental components or monogenic (about 30% of cases) by autosomal dominant transmission. One of the features of this cardiomyopathy is its very wide range of genetic abnormalities and of its phenotype expression. In the multifactorial forms, several polymorphisms have been associated with the predisposition or with the severity of the phenotype. However, these associations have only been observed in a small number of cases and require further confirmation. In the monogenic forms, many culprit genes and morbid loci have been identified. These genes code essentially the proteins involved in the architecture of the cardiomyocyte suggesting mechanisms of action which still remain largely hypothetical. To improve the management of patients and their relatives, other morbid genes remain to be identified in addition to understanding the precise molecular and physiological mechanisms which trigger the disease.